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The fetal alcohol syndrome (FAS) in the offspring of mothers who had consumed excessive quantities of alcohol during their pregnancies was described in 1973 growth hormone of 150 ng/ml and 147 ng/ml in Cases 2 and 3 respectively were assessed for somatomedin activity (by Dr. M. Bala, University of Calgary), using rabbit cartilage (Bala, Hankins, and Smith, 1975) . The concentrations of somatoinedin in Cases 2 and 3 were compared with the concentration found in a serum pool obtained from normal subjects. Immunoreactive growth hormone levels are shown in Table II . 3 of the 5 patients showed high fasting GH serum levels. 3 of the 5 children showed raised growth hormone after insulin load. The hypoglycaemia induced by the insulin was adequate with at least a 50% reduction from the baseline level. After arginine infusion 3 of 5 patients showed raised GH levels at the end of a 30-minute period relative to the control group (Pozsonyi and Friesen, 1971) . (Alvarez et al., 1972) and in Laron syndrome (Laron, Pertzeland, and Karp, 1968) . The reason for the poor linear growth associated with adequate GH level is not apparent. In the 2 patients in whom the serum somatomedin level was estimated this was normal, so that somatomedin deficiency would not have accounted for the poor linear growth. It is unlikely that the immunoreactive GH is biologically inactive since somatomedin is produced under the influence of GH acting on the liver, the presumed site of action of this hormone. The inadequate linear growth may be due to a peripheral tissue insensitivity to GH as has been postulated in Laron syndrome and in pygmies (Rimoin et al., 1969) .
Results
Raised serum level of immunoreactive GH and also other hormones has been shown after the ingestion of alcohol in human experiments (Fabre, Howard, and Farmer, 1972; Bellet et al., 1971) , and the effect has been observed to be transient. It is of interest to note that a raised GH response to one stimulus is not necessarily followed by a similar response to another stimulus in the same subject. For example, Case 3 had a normal response to arginine, and yet after insulin the GH level increased to 147 ng/ml. Similarly, the fasting basal GH value varied unpredictably as is shown by a comparison of the 'O' values during arginine or insulin tests. Whether the observed rise in GH after the stimulatory tests in our patients was a chance or sporadic finding, or whether they imply some alteration in the GH status of these patient remains undecided.
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